The number of erythrocyte-containing bronchioli per section was classified in 0-1, 2-3 and >3. Histograms represent the averaged number (for n = 3 sections) of mouse lungs in each category for the 3 strains.
Movie S1, related to Figure 3. Actin cytoskeleton disruption in PAO1-infected HUVECs
HUVECs were transfected with Lifeact-RFP and infected 24 h later with PAO1 (MOI = 10).
Videomicroscopy images of RFP labeling were taken every 5 min p.i. and are shown at 3 frames per second (fps). Post-infection times are indicated.
Movie S2, related to Figure 3. Actin cytoskeleton disruption in CLJ1-infected HUVECs
HUVECs were transfected with Lifeact-RFP and infected 24 h later with CLJ1 (MOI = 10).
Movie S3, related to Figure 4. EtBr permeability of PP34-infected HUVECs
Confluent cells were infected with PP34 at MOI = 10 in presence of 10 µg/mL EtBr. Plasma Cloning of exlB in pSW196 
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Proteomic analysis
Secretomes of CLJ1 and PA7 were prepared from bacterial cultures grown in LB until DO 600 of 1. Bacteria were spun down by centrifugation at 6000xg and culture supernatants were filtrated through the 0.2 µm membrane. For proteomic analysis, the supernatants were analyzed directly, by LC/MS-MS as described (Casabona et al., 2013a; Casabona et al., 2013b ).
Molecular biology manipulations
Amplifications of specific genes were done by GC Advantage Polymerase (Clontech) using primers designed from PAO1 or PA7 genomes (http://www.pseudomonas.com, Table S2 ).
One specific gene of CLJ1 strain was selected for amplification based on a preliminary sequencing data.
The DNA fragment comprising exlB (PSPA7-4641), exlA (PSPA7_4642), intergenic region and the exlB RBS was synthesized by GenScript (www.genscript.com) and sub-cloned into a pBad miniCTX-1 integrative vector pSW196 (Baynham et al., 2006) . The exlB gene was amplified by PCR and subcloned into pSW196. To express only exlA, most of the exlB gene (89%) was deleted from pUC57-exlBA plasmid by cutting it with BglII-MfeI. The plasmid was religated after Klenow treatment. Then the EcoRI-SacI fragment was cloned into pSW196 cut with the same enzymes. The construct was verified by sequencing. Plasmids were transferred into P.
aeruginosa by triparental mating using pRK2013 (Figurski and Helinski, 1979) .
Immunofluorescence staining, cell retraction and permeability assays
To observe VE-cadherin and F-actin after infection, confluent HUVECs were exposed to bacteria with a MOI of 10. Cells were fixed at 2 h and 5 h p. 
P. aeruginosa-induced lung injury
Pathogen-free BALB/c male mice (8-10 weeks) were obtained from Harlan Laboratories and housed in the CEA animal care facility. Bacteria from exponential growth were centrifuged and resuspended in sterile PBS at 1.7.10 8 per mL. For PAO1pscD+ctrl and PAO1pscD+exlBA strains, bacteria were grown in presence of 0.05% arabinose. Mice were anesthetized by intraperitoneal administration of a mixture of xylazine (10 mg/Kg) and ketamine (50 mg/Kg). Then, 30 μL of bacterial suspension (5.10 6 ) were deposited into the mouse nostrils. To study survival rates, mice were inspected 6 times per day; experiments were stopped at day 6. For the dissemination assay, mice were euthanized by CO 2 inhalation at 16 h p.i.. Blood was withdrawn from abdominal aorta; spleen was resected and homogenized in PBS with a Polytron. P. aeruginosa CFU in blood and spleen homogenates were determined by colony counting on PIA plates. On the same mice, lungs were resected, fixed and processed for paraffin embedding. Sections were stained with hematoxylin, eosin and with anti-Gr1 antibody (BD Bioscience) using standard procedures. In independent experiments, bronchoalveolar lavages (BAL) were performed by injection of 0.5 mL PBS (3 times) on euthanized and intubated mice at 16 h p.i.. Collected fluids were pooled and
